Case report A 2010-g boy was born after 37 weeks of gestation with an Apgar score after one and five minutes of 6 and 8, to a 20-year old bedouin mother, gravida 2, para 2, who has another healthy child. The course of the pregnancy had been normal, the amniotic fluid was meconium stained.
SUMMARY The ability to produce dihydroxylated metabolites of vitamin D was studied in a term neonate suffering from severe renal insufficiency. The infant died at age 26 days owing to end-stage renal failure and the necropsy examination showed a single dysplastic kidney weighing 1.5 g. At age 2 weeks the serum levels of the dihydroxylated metabolites of vitamin D were found to be normal and a pronounced increase was noted 24 hours after injection of 100 000 IU vitamin D2. The study suggests that during the neonatal period a small renal mass is sufficient to maintain optimal circulating levels of the dihydroxylated metabolites of vitamin D.
The kidney is the site of the formation of the active metabolites of vitamin D. In anephric patients or in patients with end-stage chronic renal failure these metabolites are undetectable.' 2 We describe a neonate with a single hypoplastic dysplastic kidney, in whom the metabolism of vitamin D was studied. Case report A 2010-g boy was born after 37 weeks of gestation with an Apgar score after one and five minutes of 6 and 8, to a 20-year old bedouin mother, gravida 2, para 2, who has another healthy child. The course of the pregnancy had been normal, the amniotic fluid was meconium stained.
Immediately after birth severe respiratory distress ensued, due to bilateral pneumothorax which was drained. Chest x-ray film was consistent with hypoplastic lungs. Assisted ventilation was delivered through an endotracheal tube, with a Baby Bird respirator for 10 days. At age 18 days he breathed room air spontaneously. On physical examination the kidneys were not palpable and arteriography performed through the umbilical artery catheter did not reveal nephrographic effect. During the first 5 days he was anuric and afterwards oliguric.
Laboratory findings. Serum creatinine levels increased progressively from 2-2 mg/100 ml (194 5 ,umol/l) on his second day to 12.3 mg/100 ml (1087 lmol/l) at age 3 weeks. Other findings at between 2 and 3 weeks were: haematocrit 44%, white blood count 14-0 x 109/l with normal differential, platelets 254 0 x 109/l, sodium 142 mmol/l, potassium 4-4 mmol/l, chloride 102 mmol/l, calcium 8 5 mg/100 ml (2.1 mmol/l), phosphorus 6 9 mg/100 ml (2*2 mmol/l), magnesium 2 mg/lOOml (0 822 mmol/l), acid-base values about pH 7-3, standard bicarbonate 19 mmol/l, base excess -5 mmol/l. Alkaline phosphatase was 228 IU, AST 18 IU, ALT 14 IU, LDH 418 IU, 5-nucleotidase 9.8 IU, albumin 24 g/l, globulin 21 g/l, prothrombin time 55%, and glucose 55 mg/100 ml (3 .0 mmol/l).
At age 2 weeks he received 100 000 IU of vitamin D2 (Detamin) by intramuscular injection. Serum Production of the hydroxylated metabolites of vitamin D 67 Generalised convulsive spasms, associated with cyanosis and apnoea and consequently with brain hypoxia, are a common and severe disorder in neonatal tetanus. It is generally believed that tetanus does not leave neurological sequelae.1 2 This paper presents the results of a long-term follow-up study of children who survived neonatal tetanus.
Subjects and methods
By the end of the 1970s neonatal tetanus had almost disappeared in Greece.3 This study is based on 73 children (56 of them boys) who were admitted to hospital during 1966-1977 with a clinical diagnosis of tetanus. Each came from a poor family with bad living conditions, and most of them had been delivered at home without the presence of a doctor or midwife. In every case septic cutting of the cord was the cause of the tetanus.
The presence of spasms and their management, the duration of each attack and interval between attacks, the presence of cyanosis and apnoea and the duration of each were noted. Each case was treated conservatively. Spasms were controlled by diazepam alone or in combination with barbiturates generally intravenously, by phenobarbitone, intramuscularly or through a nasogastric tube, or by sodium phentobarbitone, intravenously, intramuscularly, or rectally. Patients were classified according to severity: 32 of them had the mild form (grade 1), 13 the moderate (grade 2), and in 28 tetanus was severe (grade 3). Treatment and classification are described in detail elsewhere. 3 At least 3 years after leaving hospital each survivor was invited for evaluation. This comprised history since leaving hospital, a general examination (including an assessment of physical growth and development) and a neurological evaluation, as well as a social history, psychometric, and psychological evaluation and an electroencephalogram (EEG). The history since leaving hospital was focused especially on the detection of possible causes of neurological involvement. Hearing was evaluated by an audiologist, using audiometry if applicable. The eyes were examined by an ophthalmologist. In addition, an evaluation of the child's speech was made.
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